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DECLARATION 



1. Toreii Finkel, M.D., Ph.D., declare as tbllovvs: 

1 . I am the Toren Finkel named as an inventor in the above-identified application. 

2 . I have worked in the field of c»Jenov^:.''A| -^/J.«tJ c^rnf -h^./is/t/- for ^ years and have 
authored about ^ papers in this area of study. 
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3. llic fwotc^iiis and antiscnsc RNA molecules mcluded in claims to inctijods for ticating restenosis 
in the above-idencitied applicatfon, /.e, herpes simplex vinjs thynfiidine kinase, dominant negative 
nis gene product, nitric oxide synthase (proteins), and c-myo, c-myb, CDCV2 and PCN A (antiscnsc 
RN As), are known in the art. to be cytotoxic or inhibitory lo cell proliferation when trmisfected 
into cells. 

4. Because the above-named proteins and anti setise RN As are knowni to be cytotoxic or inhibitorv^ 
to cell proliferation, it is more likely than not that when the genes encoding these molecules are 
transfected into neointimal cells, they will be c^^lotoxic or cause a decrease in proliferation of 
neointimal cells. 

5 . Restenosis is known to be caused by injury to blood vessels wherein medial sm*x>th muscle cells 
are activated, l>egin to migrate, and proliterate to form a neointbna. 

6. Because restenosis is caused by the proliferation of neointimal cells, causing a decrease or 
inhibition of neoiirtimal cells is reasonably expected to treat, i.e.^ prevent or decrease the severity 
of, restenosis. 

7. Therefore, it is credible that when the genes encoding herpes simplex virus thymidine kinase, 
dominant negative ras gene product, nitric oxide sjnlliase (proteins), and c-myc, c-myb, CDC2 
and PCN A (antisense RNAs) are transfected into neointimal cells, they will treat, i.e.^ pre\'ent or 
decrease the severity of resLenosis. 

Hie conclusion in (7) above is further based upon the example provided in the application w^herein 
the treatment including selective expression of thymidine kinase in neointimal cells in combhiation 
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vvitli (i-eatnitait with ganoiolovir was shown to be effective in treating restenosis in tlie rat corotid 
aricn' injury model. 

9. Based upon this same reasoning ajid example, it is also credible that otlier nucleic acids whose 
gene products are cytotoxic or cause a decrease in proliferation of neoii\timal cells will work in 
the present method to treat re.'Jtejiosis. 

10. 1 fuither declare tJmt all statements made herein of my own knowledge are taie and that all 
statements made on infonnation and belief are believed to be true: and forther that these 
statemetits were made with the knowledge that willfiil false statements and the like so made are 
punishable by fine, imprisonment, or botli, under iJ.S.C. Title 18, § lOOL and that such willfiil 
false statements may jeopardize the validit>^ of the application or any patent issuing thereon. 




Toren Finkcl date 
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